. On the other hand, some workers (Asfeldt, 1965; Hockaday and Alberti, 1971; McGarry and Foster, 1972) have recommended correction of the acidosis with alkali in selected cases whilst others (Soler et al., 1973) employ bicarbonate routinely for partial correction of the acidosis. A number of considerations are put forward against the administration of sodium bicarbonate; potassium is shifted back into the cells and hypokalaemia may result (Burnell, 1956) , correction of the systemic acidosis can lead to a paradoxical worsening of the CSF acidosis (Posner, Swanson and Plum, 1965; Ohman et al., 1971) which in turn increases cerebral blood flow and contributes to increased intracranial pressure (Lassen, 1966) ; the acidosis compensates for the low red cell levels of 2 : 3 diphosphoglycerate (Guest, 1942) and helps to maintain a normal oxygen dissociation curve, but administration of alkali results in a rise of haemoglobin affinity for oxygen and tissue hypoxia follows (Bellingham, Delter and Lenfant, 1970, 1971 (Soler et al., 1973; Jewett, 1973) confirm that unexpected cardiac arrest does claim the lives of some ketoacidotic patients and suggest that this occurrence may be more frequent than previously recognized. Such cases may have been mislabelled in the past as episodes of delayed vasomotor collapse (Daughaday, 1958; Greenaway and Read, 1958; Hudson, Brick and Martin, 1960) . There are a number of possible causes for cardiac arrest in this diabetic emergency. Changes in potassium balance alter the electrophysiological properties of the heart and hypokalaemia may lead to a variety of arrhythmias including ventricular fibrillation (Fisch, 1973 zie, 1963; Stewart, 1964) . It is also interesting that when our patient developed supraventricular tachycardia the dysrhythmia spontaneously reverted to sinus rhythm following further administration of bicarbonate. The use of bicarbonate leads toarestoration of intracellular potassium (Burnell et al., 1956) which may account for the return to normal cardiac rhythm (Fisch, 1973) .
Insulin, when given in sufficient amounts, leads to a reversal of ketoacidosis, but the effect is delayed. This case highlights the importance of correcting the acidosis of severely ill ketoacidotic patients with alkali. Extreme acidosis is a life-threatening condition because of its cerebral (Posner and Plum, 1967) and cardiovascular effects. In metabolic acidosis the myocardial threshold to ventricular fibrillation is lowered and is directly related to the degree of acidosis (Gerst et al., 1966) . Howarth, McMichael and Sharpey Schafer (1948) reported that cardiac output is not reduced in diabetic ketoacidosis whilst total peripheral resistance is lowered. However, more recent work indicates gross deterioration of cardiac function in severe acidosis (Opie, Kadas and Gevers, 1963) and peripheral venous constriction (Harvey et al., 1966) (Garella, Dana and Chazan, 1973) . Although the use of alkali may cause a worsening of cerebrospinal fluid acidosis (Posner et al., 1965; Ohman et al., 1971) , in our hands partial correction of the systemic acidosis with 1% sodium bicarbonate has been found remarkably safe. If bicarbonate is infused with adequate potassium replacements hypokalaemia is not a danger (Soler et al., 1972) and in practice 1% sodium bicarbonate containing 30 to 40 mEq of potassium chloride/l is suitable for routine use (Soler et al., 1973 During the first week in hospital the nasal pitressin was stopped, and his mean urinary output was 6 1/ day, average SG 1000 and average osmolality 1-05, and 260 for urine and plasma respectively. Detailed investigation of his hypothalamic-pituitary-adrenal function was carried out. A poor response to intravenous thyroid-releasing hormone was obtained, the TSH values at 0, 20 and 60 min following injection being 1-6, 2-5 and 2-8 [/ml respectively. There was a normal basal level of luteinizing hormone and follicular stimulating hormone and following intravenous thyroid-releasing hormone was obtained, the TSH values at 0, 20 and 60 min following injection being 1-6, 2-5 and 2-8 p/ml respectively. There was being 3-8, 22-0 and 28-0 respectively. However, serum FSH levels measured in m,u/ml were 4-4, 5-9 and 7-6 respectively showing a poor and slow response of follicular-stimulating hormone. This is in keeping with the 'hypothalamic pattern of response' (Hall
